to the visual fields of the contralateral eye. It is pertinent to note that in over half the patients the temporal field loss in this eye was paracentral rather than peripheral. It is clear that this field loss cannot be due to compression of the 'knee fibres' but rather to a lesion of the decussating macular fibres in the transverse bar of the chiasm. Acknowledgment: I am grateful to the physicians and surgeons at the National Hospital for allowing me to study their patients.
Mr M D Sanders (The National Hospital, Queen Square, London WCJ)
The Foster Kennedy Sign Optic atrophy on one side with papilleedema on the other was first described by Schultz-Zehden (1905) in Berlin. His patient had an epidermoid cyst arising from the chiasmatic cisterns. In London in 1908 a 37-year-old woman was referred to Sir William Gowers at the National Hospital by Mr Marcus Gunn, ophthalmologist to the same Hospital. The referring letter was addressed to the Resident Medical Officer, Dr Foster Kennedy. On admission to the National Hospital the patient had anosmia on the left side, with reduction of vision in the left eye and a greyish optic disc. Vision in the right eye was normal, but the optic disc was cedematous to the extent of 5 diopters with surrounding retinal exudation. A frontal lesion was diagnosed and an exploratory craniotomy performed by Sir Victor Horsley. Unfortunately the patient died 36 hours later. Autopsy revealed a large olfactory groove meningioma which compressed the nerve on the atrophic side but an enlarged sheath was apparent on the side of the cedematous disc.
This case produced a profound impact on the attendant physicians as it was described by Sir William Gowers in one of his final lectures (1909) and was alluded to by Mr Leslie Paton in subsequent papers (1909) . The diagnostic value of this sign was established by Foster Kennedy (1911) in a paper entitled 'Retrobulbar Neuritis as an Exact Diagnostic Sign of Certain Tumours and Abscesses in the Frontal Lobes'; he described 6 cases, dividing them into three groups:
Type I: Optic atrophy on one side, papilleedema on the other.
Type IT: Bilateral papillcedema developing optic atrophy on one side.
Type III: Bilateral papillkedema developing bilateral atrophy.
Since that time there have been numerous publications on the Foster Kennedy syndrome although no final definition of the syndrome has emerged.
This report concerns 6 patients seen at the National Hospital over the past three years, in all of whom fluorescein angiography was performed. It represents part of a more extensive study. Table 1 indicates the main features of this group, but certain aspects need further discussion. Three cases conformed to the Foster Kennedy Type I and one of these represented a sphenoidal ridge meningioma. In 2 cases the signs were false lateralizing, and in one of these (Case 2), although the vision of one eye was impaired, with optic atrophy, physical signs suggested preceding cedema of the optic disc. Examination of the optic disc showed an abnormal shunt vessel ( Fig  IA) which disappeared after removal of the tumour (Fig 1B) . Fluorescein studies also showed minimal leakage of dye on the nasal margin in the late stages, suggestive of resolving papilloedema and thus placing this patient in the second group. It is important to recognize the Schultz-Zehden syndrome in which compression of the optic pathways from below may produce signs identical to those described by Foster Kennedy with compression from above.
Discussion
The Foster Kennedy syndrome is rare (incidence 0.9-2.5 %: Von Wovern 1967) and in a study of 288 frontal lobe tumours no examples of the Foster Kennedy syndrome were found (Huber 1961) . False localizing signs are of particular importance as in some cases needless neuroradiological studies and craniotomies have been performed (Schatz & Smith 1967) . Examples of false localizing lesions include carotid aneurysm (Kennedy 1916) , cerebellar tumour (Cusick 1938) , craniopharyngioma (Barre et al. 1938) , sclerotic carotid artery (Yaskin & Schlesinger 1942) , chiasmatic arachnoiditis (Von Wovern 1967) and ischwmic papillopathy (Schatz & Smith 1967) . False lateralization, though of less significance, has also been reported (Walsh & Hoyt 1969 , Von Wovern 1967 , and 2 cases are included in the present group.
The diagnostic confusion produced by the Foster Kennedy syndrome is due partly to the fact that there is no exact definition of it, and partly because these signs may be produced by lesions in many different situations. A full ophthalmic examination which includes fluorescein studies should therefore be performed on all patients presenting with these signs in order to exclude local disorders at the optic disc. Furthermore, a reappraisal of Foster Kennedy's original title indicates that he considered it 'an exact diagnostic sign', and the term 'Foster Kennedy sign' may be preferred to the term syndrome since it lacks the more rigid connotations of the latter. It is therefore suggested that unilateral optic atrophy with contralateral papilloedema may be termed the Foster Kennedy sign, and that clinicians may thus be receptive to a wider range of diagnostic possibilities.
